Protein kinase C-alpha activation induces NF-kB-dependent VCAM-1 expression in cultured human umbilical vein endothelial cells treated with sera from preeclamptic patients.
To determine if activation of the NF-kappaB-VCAM-1 pathway is mediated by protein kinase C-alpha (PKC-alpha). PKC inhibitor polymyxin B was added to cultured human umbilical vein endothelial cells (HUVECs) from normal pregnancies. Sera from women with uncomplicated pregnancies and with preeclampsia (PE) were added to the control and intervention groups of the HUVECs. Cytoplasmic and membrane PKC, cytoplasmic NF-kappaB inhibitory factor (I-kappaB), and NF-kappaBp65 were measured. Cell viability, cell apoptosis, and VCAM-1 expression were determined. Cytoplasmic PKC and I-kappaB in HUVECs incubated with sera from women with PE were significantly lower than in the control group, and the PKC content of the cell membrane, NF-kappaBp65, the expression of VCAM-1, and cell apoptosis were higher than in the normal pregnancy group. Cell viability was lower in the intervention than the control group. When HUVECs were pretreated with PKC inhibitor polymyxin B, the cytoplasmic PKC and I-kappaB content of the HUVECs increased in the PE group; the PKC content of the cell membrane, NF-kappaBp65, the expression of VCAM-1 and cell apoptosis decreased. Cell viability increased. Activation of the PKC-NF-kappaB signaling pathway may play an important role in the injury of HUVECs in women with PE.